A. E. H., CLERK, male, aged 22. Admitted to King Edward Memorial Hospital, Ealing, on November 11, 1922, in a state of collapse, pale, with dilated pupils, and an imperceptible pulse. He had simply collapsed while running after the ball at football, there being absolutely no question of his having been knocked over or injured in any way.
Patient got up on
, still rather short of breath, and was discharged on December 27, 1922 , able to get about quietly without any great distress. Condition on discharge: No displacement of heart. Percussion note and breath sounds normal in front. At left upper chest behind, impaired percussion note and diminished breath sounds. Subsequent history, July 30, 1923 : Feeble pulse at left wrist. Breath sounds at left chest behind, feebler than on right. Skiagram shows that shadow in chest has disappeared, except for small area below inner end of left clavicle.
August 9, 1923: While sitting at his desk on the 7th, he was taken with severe pain in right side of chest. This gradually passed off, but returns on slight exertion. Upper left lung behind relatively dull to percussion. Breath sounds on right feebler than on left. Skiagram taken on 8th showed pneumothorax at right base.
August 16, 1923: Increased vocal resonance at left base. Breath sounds at right base very harsh. Weight, 9 st. 61 lb. September 20, 1923 : Weight, 9 st. 8 lb. October 18, 1923 lb. November 22, 1923 : Weight, 9 st. 8 lb. January 17, 1924 : Weight, 9 st. 101 lb. February 7, 1924 Weight, 9 st. 104 lb.
Patient is still upset easily on exertion. Thus on November 8, after hurrying here, the pulse was 108, and the superficial veins above and below clavicles turgid, but these went down during examination and the pulse dropped to 96. He is scoliotic, and the chest moves less on left side than on. right. The respiratory murmur is heard at left apex in front, and the expiratory sound is prolonged. Behind, breath sounds are feebler on left side. Pulse is much smaller on left side. DISCUSSION.
Dr. F. PARKES WEBER thought that the most reasonable explanation was afforded by the following supposition: The young man had extensive pleuritic adhesions on both sides, probably the result of an old attack of pleural miliary tuberculosis which had undergone (as such attacks often did) spontaneous cure. The rupture of an adhesion near the apex of the left lung (due to muscular effort) gave rise to a circumscribed haemothorax (shown as a large round shadow in the Rontgen skiagram) which soon underwent spontaneous absorption, though apparently in connexion with it the left subclavian artery remained somewhat cicatricially involved. Afterwards, on the right side, the rupture of a subpleural emphysema bulla, which was adherent to the parietal pleura (resulting from a healed miliary tuberculous lesion) gave rise to a localized (circumscribed) so-called "spontaneous" pneumothorax on the right side.
In a case published long ago by Dr. Newton Pitt the rupture of such a subpleural emphysema bulla (Dr. Weber supposed it was adherent to the parietal pleura) gave rise to a heemopneumothorax.1 The whole subject was intimately connected with that of so-called idiopathic spontaneous pneumothorax, and pneumothorax from slight efforts, in apparently healthy persons, the copious bibliography of which Dr. Weber had added as an appendix to his Mitchell Lecture on"The Relations of Tuberculosis to General Bodily Conditions and to Other Diseases" (London, 1921) . The prognosis for most such cases was very good, but pneumothorax of similar nature (due to old healed tuberculous pleural lesions) undoubtedly occasionally occurred in patients suffering from active pulmonary tuberculosis-some of the latter patients, though they might rapidly recover from their pneumothorax, afterwards dying from pulmonary tuberculosis.
Dr. G. NEWTON PITT said that when he saw this patient about two or three weeks after the onset of his attack, the collapse had passed off, but he was still dyspnoeic on the slightest exertion. The left chest was hyper-resonant, with X-rays more transparent than on the right, breath sounds absent and the heart was displaced to the right. The condition, he (Dr. Newton Pitt) considered, was due to compression of the bronchus with an overdistended lung and not to a pneumothorax. He had previously drawn attention to the over-distension of the lung which resulted from compression without occlusion of a bronchus and the probability of its being diagnosed as a pneullmothorax.
The pulse was absent in the left subclavian and radial, but present in the carotid. The large curious oval shadow to the left of the sternum was sharply defined and the possibilities of its being due to an aneurysm, a hydatid, an abscess, a growvth and a hfemorrhage were discussed. There was an eosinophilia of 15 per cent. It was decided that the shape almost excluded an aneurysm and a hydatid, but the diagnosis remained obscure. There was no evidence to show what was the condition of the pulse previously. Gradually the patient's condition improved and the X-rays showed the disappearance of the oval opacity. Recently he had developed a partial pneumothorax at the right base and the X-rays also showed a mottled condition of the lung. This he (Dr. Newton Pitt) considered to indicate a tuberculous process.
The most probable explanation of the oval opacity on the left side, which cleared up, would appear to be a hBemorrhage in the mediastinum which was encysted and did not break into the left pleura.
Dr. ARTHUR (in reply) said that while the patient was in hospital the questions of aneurysm, new growth, hydatid, abscess, and heemorrhage had been considered, and a hydatid was thought to be the most likely explanation. The presence of an eosinophilia of 14'7 per cent. seemed to favour this.
The subsequent history, however, i.e., the clearing up the X-ray opacity, the general improvement in patient's condition, and the later occurrence of a definite pneumothorax on the opposite side, pointed to the condition having been one of mediastinal hemorrhage.
An Acquired Heart Lesion simulating Patent Ductus
Arteriosus.
By C. F. T. EAST, M.B.
PATIENT, a girl, E G., aged 10, admitted into King's College Hospital in February, 1920, under Dr. Still. She then had acute rheumatism, nodules being found on the knuckles, and the following murmurs being heard in the heart A loud blowing systolic murmur, heard with maximum intensity at the apex, conducted in all directions, but best outwards and backwards. An indefinite diastolic bruit was heard in the pulmonary area. During the summer a presystolic murmur developed at the apex.
In the autumn of 1920 the lesions appeared to be mitral regurgitation, slight stenosis and slight aortic regurgitation.
In February, 1922, the patient was again in hospital with further attacks of rheumatism. Mitral regurgitation and aortic regurgitation were diagnosed, with roughening of the aortic valves, causing a systolic bruit.
In addition to this a new element had appeared. In the pulmonary area, at the middle end of the second left space, a loud blowing systolic murmur was
